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Abstract; We quantified the concentrations of three
chloroacetamides (CAcAms) in the final water of five drinking
water treatment plants that use either chlorination or
chloramination for disinfection and also we evaluated their
toxicity in normal rat kidney cells using four in vitro toxicity
assays, including cell viability test, single cell gel
electrophoresis assay, apoptosis assay, and cell cycle analysis.
An  overall

minochloroacetamide (MCAcAm) represents a significantly

toxicity calculation suggests that

higher cytotoxic and genotoxic risk than dichloroacetamide
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(DCAcAm ) and trichloroacetamide ( TCAcAm ), albeit
MCAcAm concentration was relatively lower than them.
Moreover, the toxicity associated with CAcAms was higher in
chloraminated waters than that in chlorinated waters due to
the higher concentration of CAcAms in chloraminated waters.
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R —FRE AT, AT LA RO KA K A
MR AR Y, BRI REEFZHER =Y
(DBPs), 8 B0 R {7 = o1 H ¢ (THMs) | i Z R
(HAAs) FIEUE AL A ) (MX) 2 & BRIK K IHEE
Bl=4)(C-DBPs)™. g1 FiX & DBPs & S8 — &K
B B XU , 4% B % T2k A 7k DBPs & £ Y FR i sk ok
BRTEHs I 2K KT (DWTP) R8RSR FA#T
HEREAR,FIME NS RATMIFZHEER, KA
TR ERIH TV = 23 X4 & BIH R BRI =4 (N-
DBPs) 51, Hoep i f{ 2Bk (HAcAms) VE h— K5
FPEM BT % N-DBPs, A HF T E F—L%E W C-
DBPs, fff 1k fi 7K # HAcAms ¥ 3 1t 00 £ 52 5%
7_3‘5[6].

7E3£ E 2000—2002 4 ) — I AR A K P8 7
HAcAms § 5 Kt 18 9 DBPs! , 765X 5 i 2 oh =
BEURAWMMER S £ 5K HE R Tk
AR, RF] T 5 Fp HAcAms f77E TRAE TG K
F7KH, 35— R 2B (MCAcAm) , & L Wik
(DCAcAm) , =5 Z. Bt (TCAcAm) , — R Z. Bt %
(MBAcAm) #1 — 1R Z, Bk W (DBAcAm). F3iT, it
B AHZ B (SPE) & 4E . R30BiHE .1% (HPLO) 23 B 1
ZEFEAT FERE Y (caMS) KM L T 8B4 Xtk H
7KH 13 FE A RAFBUR HAcAms #4742 M
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ERT I, R EZ AN LB (CAcAms) i
Y BE KT 3 T IR AR 2 BRAES , B A
EXF CAcAms FF R EIR AR5,

Plewa 23R Ff 40 MU 36 78 52 30 (MTT 3%) A1 8 41
HO B L Bk 52 38 (SCGE ) Wi &8 T £ % DBPs X o
O FLUW S 40 i A 18 1k 4R M E M A S ks A Bk
RI HAcAms {3 K F—20% #L K% C-DBPs,
B THMs®. 8R1fi, B T MTT 3% #1 SCGE %, i
AYHA (FCM) 7] AT HAcAms 355 40 ffg 8 7= A
240 R SO BELA HEAT IR , TR 20 HACcAms (40 i
FEHERB SRR /DN, [RIE, K US40 At (NRK -
525) B 4k FIVE B 9% Ak & 1 e 41 3 9 — Fh ASE X 4
Ha , B 2%t NRK-52F {35725 4: | 40 o 28
P HLEE AT A BRI, SR T % NRK-52F 7
HAcAms fER T BB T M X8 . SCk[10]5
KA ZEFEHRREIMNET DCAcAm Al — & H &
(DCM) i 35 1 B M B2 KUK » & B DCAcAm #75 H
UK 5 F DCM.

ARG 4 FEHEWRIE, 4318 MTT 3%,
SCGE ¥ . 4 a9 =100 28 1 48 i JR) 350 BEL 96 I 3, 2 #r
T 3 # CAcAms, B} MCAcAm, DCAcAm #l
TCAcAm %} NRK-52F #40 ffi 8 ¢t [FIt, R A SPE
B4, HPLC 3Bl tqMS W & /9 4347 7 ¥5 K 5
AMKFIK) H 3 Ff CAcAms B BEK . 454 3 b
CAcAms TELK FH 7K H B9 5 PR ¥R BE 7K S F gt 7K SF
AT HLER T BT SE AR Fl 7K H 3 Fh CAcAms (¥
TR, S DBPs hJefs il F &l e MK T2
AR BEER S S .

1 #EETZE

1.1 #HR5EH

DCAcAm F1 TCAcAm #R#E 5 (L > 98%)
NPEE Alfa Aesar A 72 5 MCAcAm PR i (2l
B > 959 I TFmE A Orchid Cellmark /A7), 525
7K (B 7KEESM) S Millipore Milli-Q system #] £
R4tk (FRFHZR>18. 0 MQ * cm).

NRK-52F W B o B Bl % B b % 4L ar Bl = 5 5%
Bt 40 L B YR s, SRR B 2% T2 B TR ST
RE 40 LA R A ToHLEE ) 5 Annexin V-FITC
T K 40 i JR B AR & 1 B B B R KeyGEN 244
A ;Flowjo 43#rk 4, 1 A & Tree Star A7) ; fi
R B2 E, 8154 Guava easyCyte SHT.

1.2 SHHRE

Bk A MTT &% Ml SCGE ¥4 B0 & 3 Ff
CAcAms W40 F et e . FIRT, SR Al FCM
%} 3 # CAcAms HFATH5 40 ML T 207 1555 4h
JE BRI 234 EAARHRAE Iy BT L SCER(10-111].
1.3 SAE

Sk F SPE g4, HPLC 3B tqMS Wi 5& 43
Mg iRl ik A 7K o 3 F CAcAms [ B & ¥ BE 7K
- BRIy A T L SCERL3 ]

2 GR5FitH

2.1 3% CAcAms HyH K TF
2.1.1 MTT $pIRKgE R

f FEBARANAE 490 nm K F P15 9 56 25 B (&
O THEMHIR, IR R RO, B AR &
WREE CAcAms % NRK 4 Hi i 3 ] 2, -8 2 =X,
WF:
733 — 323 X100% (D)
R : O T8 5L IS H /NFL T U4 1 655 BE (8 5 Omz 18
TEAZXT BRAL/INFL I A5 169 6 25 BE A 5 Oy 18 5 55 %) R
2 /NFLIN A5 R 6 2 BE (8. B 4l SR BT 88 5 2]
JR BV BE -0 4R, G5 SR A 1 .
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Fig.1 NRK cell chronic cytotoxicity concentration-

response curves for CAcAms

Fi SPSS #4447 B B 2 4381 (ANOVA)
ZB,3 F CAcAms S5¥FIXF A LA it 2# 2=
R(BZE PHAEO 5 UT). HE 1A,
MCAcAm ) 55 i 40 i 33 P BE B Ve B2 24 30 mg -
L', 7€ 3 fh CAcAms P HBA%; EWR 2 TCAcAm, 5
R4 TR 800 mg » L' ; DCAcAm IR
WHEHFEREWRERE, 5000 mg+ L. Xt
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1 3% CAcAms {Ef NRK 4051 72 h SHARE S IL B
Tab.1 Comparison of the cytotoxicity of CAcAms
in NRK cells after 72 h

RN

CAcAms fimmEE/ ™ B g ANOVA
(mg-L1y (merLD HF ’
BEE
1 1

MCAcAm 3.00X10 3.17X10 1 0.98 P<0. 001
BE

DCAcAm  5.00X103 6. 39108 3 0.96 P<20. 001

TCAcAm 8.00X102 1.16 X108 2 0.99 szogil

211 3 F CAcAms Iy I 8 V& BE-300 1 R 04T 1]
1943%7, M IH R % R? M 0. 96 (DCAcAm) F)] 0. 99
(TCAcAm). ps, B2V BE 340N R Hh B R Ui X o
BRI 2 B = 0 O R TR B RN » oo (L BRI R /N VT LA A

B 5T DBPs MR/, 783X 3 Fi CAcAms 1,
pso [EI K& DCAcAm, 4 6.39X10° mg » L1, 5%
Bl DCAcAm HIFEHETEIX 3 i CAcAms H18/1; pso
{5 /N & MCAcAm, 35 31. 7 mg » L, 8
MCAcAm HFE R K. LA poso (E R TEAR AT LATRH 3
Fh CAcAms B 40 i 3 M HE & &. MCAcAm >
TCAcAm>DCAcAm.
2.1.2 SCGE#¥

233 SCGE %k 4b# 5, i2 il CASP ki B de
A CAcAms FEA TR EWREH K 100 3k E A, 3H5&
HBAEME, IF B A AR R 8 CAcAms B
B, Y dnRon AR, 2 40 MR8 T 3 Fh CAcAms
4h Z J5 BAE X FRE VR B WAE LRI, i 2 .
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Fig.2 NRK cell acute genotoxicity (SCGE tail moment values) of CAcAms

EE 2 T B A R 50 % BOBE BoRTE T
E&F P, &FH EREREE P h/NBKHT 7
75 % B IEE , FIRFERHESIAE 25 X0 B IE(E , i &
T ] BB R P B B AL & BT
BN 0N REEME, &F T HBEZR N 1051
BEAE , & F PR320 5 HE R 7R B8 S8 (97 35 8
HTEENRBER - IZH5 M, EECE 5%
REX—FREWRBEFTBNE E RN KD XTI
BT E F Z 408 (ANOVA), 815 4 F
DBPs fif 83 f P {E19<C0. 05. jI b AT LA 1 &%
CAcAms /MU E B U R EEE, I H HBEE
PER pso KA B % CAcAms BT KN, oo (H R
SR -2 B2 4 T 22 i 40 300 380 0L il 4% %) o BT X
B CAcAms (SRR EEE. MR o5 (HHIF/NAT LA
B 3 F CAcAms WM BREFTHENHT, H
MCAcAmM>DCAcAm>TCAcAm. fiif8f# ANOVA
R4 5 L3R 2.

#F 2 CAcAms /Ef NRK 443 4 h FRIREFEL B
Tab.2 Comparison of the genototoxicity of

CAcAms in NRK cells after 4 h

bodlimyia o
CAcAms fkf(ieni%i&g)/ (mg‘of"ﬁﬂ) ?}% R AI;E(;XA
MCAcAm 10 2.60x10 1 095 AR
DCAcAm 107 saxie 2 oer EEE
TCAAm  5x100  7.35x10° 3 o099 EHE

2.1.3 FCM %} CAcAms 35405 T=/20 47

YL 5 A 40 i 22 3 SR 4 4 B Flowijo 3k 44y
BrE K R T4 A L B BE CAcAms B B (948
b AR A, 45 R A0l 3 BoR. B 3 mIAL & 3
F CAcAms ZbEEH NRK 40/ i 7 7= 40 gt 51 35 Bl
% 3 F CAcAms FiEWRE NI M. MCAcAm
498 T 40 LB A 8. 15 %038 3183, 8 %, DCAcAm
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Ha2 %

BV TS 4 OB M O 8. 15% 1 B 19. 9%,
TCAcAm B T-40ML LB 8. 15 %63 fnF46. 7%%.
RIEL LR UEH, 3 i CAcAms 7EHT R &
R YRl P 3 S ) 0 L PR B T R o 4 AR T
BRIERN, X MCAcAm HFHR K, HkN
TCAcAm, i DCAcAm HIEHZE/NF MCAcAm Fl
TCAcAm. 3 F CAcAms % S 40 H =68 /1 K F)
/NHERE 9 MCACAmM™>TCAcAm>DCAcAm.
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Fig.3 The percentage of apoptotic cells in NRK cells

exposed to CAcAms

FCM #KE 5 SCRr TR , 38 i3 PI/Annexin
V gea ] DX 43R T 40 B RN FE T 4 M. 4 AESE TS R
HFIRBGFE W TE—MBEFEET, L
DNA KRR R s U8 . K2 BT m LA S 3Rz B
FEFIHLAEIR T4, K/ Y P T S RE B | A T 4 iy
FIK L U A0 B L B3 CAcAms $:3 NRK
NN EEX T T # CAcAms WEMHENLEE
WEHE. RERH 3 # CAcAms A H T8 % R
REW 5| 2 W35 M 40 ML 9% 1= (P <C0. 05 ), H
MCAcAm 5| E M A A& A B, HKR K
TCAcAm. X5 MTT ¥ Frf8 M B M R /NE R —3L,
BT H3RE 3 # CAcAms B NRK 4l E
BERE YT, B DNA Bk
2.1.4 FCM %} CAcAms 75540 i & B BH 3 20

Y DNA & 8R40 iR T % S AR R

4 JR BA B R HEAT Y, | O, ARBF R AR T 3
CAcAms % NRK 4 Jifd i 40 fifd B # i #2. £ Flowjo
AT S SRE IR T RV R4 5 T & 4. & 4
H1,G1,S Fl G2 43 337 40 e R B R R 9 B 5 Sub-
Gl AT 4.

NRK 4ffi% 3 # CAcAms 2% 4h J5,G1 #if
YA LA 1078 BT i, MCAcAm fE B 4 i, G1 B
R4 i EL 1 DA 46. 61 26 3 %) 69. 85% (R B
) ; DCAcAm fE F i 40 i, G1 39 40 Ji LE 41 DA
46. 61 %3103 70. 01% (EH R B 7) ; TCAcAm fE
FH B 40 i, G1 39 40 Jig tb 1 BN 46. 61% 3 fin 2l
71.34%. [RIt, F 7R AT 41 G138 40 g Lb 3] ) 386 o
PEBEE S BA G2 B 40 Ma bk i) i B I, X 3 b
CAcAms %S G1 B W BE 1 B R BI/NHEF B
MCAcAmM>DCAcAm>TCAcAm.

#%% MCAcAm 1l DCAcAm & i & V& B/ A
T NRK 4 A8 4 5550, K24 MCAcAm Fl
DCAcAm ) i B ¥k FE# & 100 mg » L' f
500 mg » L7 'AF, G1 Hi B 40 fd B0 & FF 4R T B%,
MCAcAm fEFI G1 #A4HMEM 69. 85% (100 mg -
L DFEER] 57. 33% (500 mg « L), [FIBFFaG H
W G1 H40M, Lk 16. 2%. DCAcAm V£ (48
M3, 7E DCAcAm R E ¥ F#3d 500 mg « L 1A} Gl
AR BCE TF 4R 90, A 70. 1% (500 mg « L°1)
MEAEZE 53.00% (5000 mg » L 1), R =4 T Gl
B4, bk 11 14% (5000 mg » L 1), ifi
TCAcAm %A T G1 Bigiffn 2. T G1 B4 ik
FRT-4iM, FHH HA 24 MCAcAm #1 DCAcAm 7E
T Bk BE R, NRK 40742 H BRI T 40 .

2.2 SRZBRERMNRERES T

PR 5 AR AR B H K S X )5 3
i CAcAms, I3 3 . HEEEWREX/DMEF YR
DCAcAm>TCAcAm>MCAcAm. FiE RIS ER
7K o= A ) CAcAms 95 B YR BE Mk Bl K
FHEMBEER WK . RA SRR BHETER MK
J~ 4740 TCAcAm i i & vk FE B S F &
HEMMAK 3 =4 TCAcAm. FEVIAMZE,5
AR FAR PR R LT ERAMEEL R T A5
JEEBBAR, HLRZEBEMEFERNANZAST
SR ERE.

2.3 SRZEBRERAKT PHEEELR

HFKAAK KR HEER YN SEESW
AMHEHEFR X, H—ARAK RFHFE=YHRE
YR K, 2R B AR B K TE B B i EE R
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Fig.4 Cell cycle analysis of NRK cells exposed to CAcAms

x£3 5ANMMKRAKITH 3 CAcAms HRERE
Tab.3 The concentrations of 3 CAcAms in 5 DWTPs

K WE o(CAcAms)/(ng+ L™ 1)

31 MCAcAm  DCAcAm  TCAcAm it

1 = 35 220 72 327
2 SRk 620 3 550 1700 5 870
3 4 270 1730 510 2 510
4 =i 380 2 900 420 3 700
5 = 170 2 270 410 2 850
Bt 1475 10 670 3112 15 257

/I, 3B6H 3 F CAcAms FE7K) H Y R LYk BE K 7 (G

D EHHIRE T. MRBRF R XF K HKEER
FEYIAER FIAK) T A B XU, sk (2) BTR.

T. = (1/ps) X 100 (2

HREERME 4 ME S5 Pim. BE 4 HERA

41,3 # CAcAms 7£ 5 MR FZKT o i3 M AR AH X

B HoA, 7 5 ANKT R MCAcAm [ Bk

B K F & F DCAcAm 1 TCAcAm, {H gy F
MCAcAm i T, 5% F DCAcAm F1 TCAcAm, K
MCAcAm ({403 K F DCAcAm #1 TCAcAm.
iii DCAcAm il TCAcAm ZEAR /K] H 40 TR
FKANEEHBIA K 1K) 2 FK) 3 H,
DCAcAm i) 40 it #: MR T TCAcAm M4l 2 1,
FEKTT 3 FAK) T 4 HIA .

B3R 5 MEE R AT H, MCAcAm Mgt fE RT3
T, EfR R, HAE 5 MK R EEHABER T
DCAcAm #l TCAcAm. Wi£Z DCAcAm il TCAcAm
ES AR ERBEFENRADTURE,
DCAcAm W & B HAE 5 MK PEH T
TCAcAm, X 5HKAHK) B4 EEFHAITRLER
WA .

x4 547K Mk 3 Fh CAcAms FfE NRK S4B L%
Tab.4 Comparison of final cytotoxicity of CAcAms in the finished water of 5 DWTPs
AR A S S

CAcAms T. A1 K2 K3 K4 KI5

ERGES FEHEE Rk SRHEE SEE
MCAcAm 3.15 110 1.95X103 8.5X102 1. 2X103 5.36X102
DCAcAm 1.56X102 3.43 55.4 27.0 45,2 35.4
TCAcAm 8.62X1072 6.21 1. 47X 10?2 44,0 36.2 35.3
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Tab.5 Comparison of final genototoxicity of CAcAms in the finished water of 5 DWTPs
WA Wk BB R
CAcAms T, K1 K2 A3 K4 KI5
ERGES SR A AR ERES
MCAcAm 3.85 1. 35102 2.39X103 1.04X103 1. 46 X103 6. 55X102
DCAcAm 0.232 51.0 8.24X102 4,01X102 6. 72X102 5. 27X 102
TCAcAm 0.136 9.79 2.31X102 69. 4 57.1 55.8

H kR %5 A 41, DCAcAm il TCAcAm i
BEWREERRT MCAcAm, HH T MCAcAm K&
YRR, 15 AR T 1 LK) 22 B B F DCAcAm HI
TCAcAm.

3 it

(1> 4 Fp AN WK 75, MTT ¥, SCGE
TR 0 R U T 3 AT R 4E R 3 B 43 AT X R B
MCAcAm [ T M B B Z &% T DCAcAm Al
TCAcAm.

(2) PRI T MK K )™ H 7K o BT P2 A B
CAcAms IR BYRE & T/ B B &ME R K
H7KF=4 i) CAcAms /¥ B W . FIRF, SR AR
H7kH DCAcAm [ R B ¥ 85 F MCAcAm
1 TCAcAm.

(3) *F 5 MERAIAK) 5 # CAcAms HILEE R
T T &, B MCAcAm HIRE W EMR T
DCAcAm Fl TCAcAm,{H i F MCAcAm HFE RS
K TERE 2 B R A K MCAcAm JiF 5 i 9 40 i
Tk XU A0 38t 1% T 0 KU & T DCAcAm Al
TCAcAm.
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